The total lipids thus obtained are redissolved in a minimum quantity ofchloroform and applied to 20 x 20 em. plates coated with Si0 2 gel, 0.5 mm .thick (10g. ofSi0 2 gel per plate).This is done by means of a simple applicator to give a thin streak, 2.5 em. from the bottom of the plate. For good resolution the load should not exceed 25 mg. of total lipids per plate. The plates are developed in a mixture of L.P :ether :glacial acetic acid 85:15:1 (Mangold et al, 1961) . The solvent front is allowed to travel 12em., the plates are then removed, dried in air or nitrogen, and the bands of the various lipids located with U.V. light (3,500A). With newly prepared plates the cholesterol esters move almost with the solvent front, followed by the triglycerides, then the free fatty acids, followed closely by the free cholesterol. The phospholipids scarcely move from origin.
Each fraction is recovered by scraping the gel from the site of each band into separate 50 ml. stoppered centrifuge tubes, and extracting the cholesterol esters, triglycerides, free fatty acids and free cholesterol from the gel with 3 x 10 ml. ether and the phospholipids with 3 x 10 ml. methanol. The tubes are shaken, centrifuged, the supernatant decanted into conical centrifuge tubes and respun to remove the silica "fines." After the second centrifugation the supernatant is decanted into weighed tubes, the solvent evaporated and each fraction weighed. Since the free fatty acids and free cholesterol have to be extracted together because of their close proxi-mity on the plates the weight of the former is determined by alkalimetry (Dole and Meinertz, 1960) and the latter by the Liebermann and Burchard reaction.
The recovery of serum lipids by this method of fractionation is better than 92 %. Some of the results from these experiments are shown in Table 1 .
The determination of oxalate is a necessary routine in children who have formed calciumcontaining stones. Although several accurate methods are available, these are generally too time-consuming for the average laboratory. Of current methods, that of Archer et al, (1957) is the simplest, nevertheless, it involves multiple washings of precipitate and a transfer to a smaller tube.
Modification of their technique has resulted in a method which gives virtually the same results with considerably less labour. This can be used therefore, as a simple screening test for oxaluria.
Principle: The original method is used with the following exceptions. The oxalate is precipitated at a higher pH, bringing down some phosphate which helps to pack down the fine oxalate precipitate. A single wash with acetic acid is substituted for the double wash with ammonia, and the whole operation is carried out in one tube.
Reagents:
1. 60% vlv acetic acid.
Other reagents as described by Archer et al, (1957) .
Method: A 24-hour urine, collected into acid, is adjusted to pH 6.3 (glass electrode). To a round bottomed centrifuge tube (capacity a little over 50 ml.) is added 50 ml. of urine and 2 ml, 5 % calcium chloride solution. The contents are mixed and allowed to stand for at least 3 hours. The precipitated calcium oxalate and some phosphate are centrifuged down at 3,000 r.p.m. for 10 minutes and the precipitate is washed once with 10 ml. of 60 % acetic acid. A Whirlmixer (Scientific Industries Ltd.) is very useful in breaking up the precipitate and washing the walls of the tube. After recentrifugation, the calcium oxalate is dissolved in 2 ml. N H 2S0 4 and titrated in the usual manner with 0.01 N KMn0 4 or with eerie sulphate and a suitable indicator. The end point is not sharp with small quantities of calcium oxalate. Table I . In 32 cases (6 normals, 26 stone formers including 2 hyperoxaluric children) the method was performed in parallel with that of Archer et al.
Results
The results of the two methods agreed closely. None of the methods appear to have been compared yet using normal children. The method described here is not micro as it requires 50 ml. of urine and is not accurate at very low levels of excretion.
These are not disadvantages in clinical practice. In our experience it gives good reproducible results in patients with hyperoxaluria. A survey is being made in this department of the various tests of liver function and their value in the assessment of liver disease. The enzyme guanase, or guanine deaminase, catalyses the deamination of guanine to xanthine and the liberated ammonia may be estimated colorimetrically by the phenatehypochlorite reaction (Caraway, 1966) . The serum guanase was estimated on 39 patients on whom serum bilirubin, serum alkaline phosphatase, thymol flocculation, thymol turbidity and blood urea were also determined by standard laboratory methods. The normal range for serum guanase quoted for patients without liver disease is 0--3 u./l. and a number of individuals without clinical or biochemical evidence of liver disease gave values within this range. In all, 46 estimations (Table I) of serum guanase were carried out on the 39 patients.
Results: Elevated results were obtained in 22 of the 46 determinations of serum guanase. These results were found in 17 patients, in 15 of whom raised serum bilirubin was also present (Table II) . Of the two patients with normal bilirubin levels and elevation of the guanase, patient 12 is notable in being a case of hepatitis in which serial determinations showed that the bilirubin was the first parameter to return to normal. A similar association between elevated serum guanase and alkaline phosphatase was also demonstrable. Two of these determinations were associated with metastatic carcinoma. Elevations of serum alkaline phosphatase occur in both obstructive and hepatocellular jaundice. Many of the elevated values found in this survey are probably of hepatocellular origin since many show positive thymol turbidity and flocculation tests (Table II) . Four patients, numbers 12, 15, 
